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A full term, male patient was born in the UK to parents of Hazars ethnic background, weighing 3.5kg (50 th percentile) and regaining his birth weight by day 12. There was no significant family history and he had two healthy siblings. He presented to hospital at five weeks of age with fever, respiratory distress, tachypnea, and CRP 59 (reference range, <5mg/L). Over the next six months he had a persistent cough and three further admissions.
Chest radiographs showed persistent perihilar changes; he received multiple courses of antibiotics although tests for bacterial and viral infections were consistently negative.
He was referred for specialist assessment at seven months of age with ongoing respiratory symptoms, intermittent fever and failure to thrive (weight 5.59kg, 0.4 th percentile). He was tachypneic with moderate respiratory distress, but normal oxygen saturations in room air. He had clusters of raised maculopapular, erythematous lesions on his neck, back, arm and legs first noted at five weeks of age ( Figure 1A) . Some of the features of this case have been previously reported in the form of an abstract (Pellowe 2015) .
Initial investigations found CRP 10mg/L, microcytic anemia with mean cell volume 66.5fL
(reference range, 68-84fL) and hemoglobin 100g/L (reference range, 111-141g/L). White blood cell count, renal function, liver function, thyroid function and sweat chloride were normal. Chest radiograph showed increased interstitial and peri-bronchial markings throughout both lungs. Chest computed tomography (CT) showed features of interstitial lung disease (ILD, Figure 1B ). A lung biopsy showed active inflammation, with type II pneumocyte hyperplasia, epithelial hyperplasia of the bronchioles and surrounding lymphocytic infiltrate ( Figure 1C ).
Ultrastructure examination with electron microscopy showed endothelial tuboreticular inclusions which are suggestive of excess type I interferon, either due due to exogenous treatment or endogenous overproduction ( Figure 1D ). 
